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The transcription factor AP-23 causes cell enlargement and
insulin resistance in 3T3-L1 adipocytes

3T3-L1 AP-23
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The transcription factor AP-23 causes cell enlargement and insulin resistance
in 3T3-L1 adipocytes

(3T3-L1 fEAMIRZIZ B NT,. SRERT AP-28 IZTMIBBOIERIEB LT, 12X
U AEFEROEBZT)

[HFREBER] B, bR ORRENEZSE, 7T BV MG
AVEARENEL, INBAYRY w722 RO—LAREOPLRREZRET
CEMEEREINTNS, UL, JEIFMREEXERIOEERE O 5 FHEIE
FHTH . T4, BIEFEHZEFRORTH LR EL S & OHFIFZE T, SNP (single
nucleotide polymorphisms) fEHTIZ L D E DB - TN IER 2 BERIFICB W THE
EOBWERZRITEIRERT AP-28(activating protein 2 beta) Z¥HRICEEL
7ro REERTFIIEHEBICAE<BEREL TWB I EE2RWELREN, T0RETIE
<HIERNTWARWN, I TRIMRICBIT A2 RERTOREZHENIT S
O, UTFTOEBRZIT>, |

[HH] V7T U4 A%ANWT 3T3-L1 IEIMRIC AP-28 % BREFEH = |,
TOFRHEEEZTIAY > 70y MWBIETHIE LR, £k, IR bEAD
BEETAIN Ly RRAICTRF Lz, DHEBRDAANDORZEZ *H 5% 2-74F
PIONIA—RAERANWTRELE., EMBEOBESEZS I/, BHxREE
(GLUT4) OMifEE~DOBITZMRET L7z, 3)RNA THZHWTHARMED AP-28 ¥
BHEefl., BIROALZRE L, £/ DNA #HEEEHEELLUEZEER AP-28
(R225C) BEIFRBEICLS., HBHROABNDOHELZRTF L. DD AHRED
BRFEZHOMNIT S50, EIRDABRTTEICK T 2 £RBIHF OREBREL /2.
KIZEDEERIZE D, BAGNREB I N/ PLC (phospholipase C) 3L TN atypical
PKC (protein kinase C) DIEMERIEL /=, 5T SIT. 7T/ U4 N AERANT
PLC Z@FRE I E, EEHVAA, BLW atypical PKC {EHEZAIZE L 7. 6)PLC
EHELOBF 2T 572012 AP-28 ICXDFO Y VELEINAEREHH
| AFOT PR E AN WBIRIZTRRL . fRED T 24 ORENFIHZRE N

TRELZ. D1 AV AERNDOEZEEREFT DD, 1A VHEIC K28
WMOABZEREL. T FIRESTF (1 XY OZABERAR), 1 > AU D2 5EE
B(IRS-1),Akt) DERAFREB LY VEE{LE WBIEIZ TR L7z,

(fEZ) 1. HXNEESIT. MEOBK - 51k - 58 - 28 - BHOIEICEHRL. 2F%F
BETYA THETHETS L,
2. XHIOBIZEALRNWT &,
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[(RR] D 77/ U1V EANRFTIE BRIC AP-28 DBRIFER 2R L

o Rl ALy RREITT, EEMROTEEEERICISEXETBDS |

Nk, DIOMBETIIHERDAANILEL. EDRKEIZ GLUT4 OMEEAD
translocation IZL5HDTH o7z, 3) RNA FHIRIZEL D AP-28 ODNEE DFHER
EHIHIT B & BEEDABNNH TN, AP-28(R225C) DBEFE TIX. HEED
ABITZEIIR D> T2, )AP-28 BEIFRBICK D FTET S HE D AAIE PLC BX
X atypical PKC OEINHIFNC THIHF| SN/, £/, PLC iEHEB L atypical PKC
IEMFICIEINERD 2. 5)PLCy DBEHEEIZL D, atypical PKC MNEMHILE .
BEELDABNTUE L /2, 2 DTLEE atypical PKC FHZEHIIZ THIHI Tk, 6)AP-28
DEFFEBITL D, Gabl (Grb2 associated binding protein 1) 23U SBRILS 1,
T 512 Gabl & PLCy DS HEEML &, AP-28 (R225C) & Gabl V) > EE(L % H#I
BUBD DT DA A RIBIC K DR D AHIT AP-28 BRIFEERICLDETL
7z £ IRIRS-1,Akt §XTDV ELMET U 7=,

[#%] &5 HT AP-28 I3 Gabl. PLCy. atypical PKC ZEHE(LL GLUT4 O
translocation Z/ L. FEEDABZTLESI TS T LITXD. PHEHOEREZSI
ZREIL. Bz 5 EEA5NE, TOERICIE. FEERTO
DNA #HERA/ALETHD. MoPOATOEREZFIHL TITbNsEEZA 5N
o —H\ AP-2B 3BV X)TA YA T FIVENFHITHZEITXD.,
AV CEGEEERL &,

[(K#E] S5/ T AP-28 1%, Bz BRI E. 5121 R Vbt z
BIERITZEMHBAL =, 2D Z &K DAREERTFIIIHMOBERE % 5|
ERIFTIERCIDAIRY w7 Ru—LBL 2 BIBRFEEFEI T ZH
REERT Tdh S AIREMEAVRB I Nz,
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ERRREERBEGTORRICLD . BERT AP-2 8 ASIEH 2 ZUBERF I
BEDH B Z EOFHICHE SNz, AZES 3T3-L1 IR 2 A T, BmY
ABREORE TR E BTV, AP-2 8 BEIRHIC & B IEIMIRLIEARLAN D5 THeH
EREL.ESICEAMICED T Fa BIA NI CHUWREREADFEE
B LEHDTH S, '

FOFER. BT B T AP-28 13 Gabl. PLC 7. atypical PKC Z{&E
L. GLUT4 O translocation ZAUA AN IFMEFIRICHERD A B 2 TUHE
B LIk 0 PR OERES ISR LB EEREL, 77 4R
YA DHA S OWREEFET DI ENHSNITIR0 T2, —H AP-2BIRE
LRIV TA DA D T FIVERMRITE &Ik D. 1 22U VRt E

- RLE. | ,

O &S ICARLILEMRIC BT EFET AP-2 8 1T & 5 e AL,
BEOA VR VEFIEOS THEEZHBALEZLOTH D, B (B 0%
RIS 5 b0 ERD 5, |

T 185 2 6m)






